
unlikely to be of value and often causes un¬ 
necessary anxierv. Nutrition is better assessed 
using skinfold calipers (which are also cheaper and 
more portable than weighing scales' to measure 
directly,the thickness of subcutaneous fat.’ 

Accurate height measurement (supine length in 
infants undfcr 2 years) is a sensitive guide to child 
health.' Growth velocity (calculated from repeated 
measurements of height at in tervais) represents the 
current 1 dynamics of growth much bener than a 
single measurement,, whichi reflects previous 
growThj Regular, accurate measurement of 
children can identify those who would benefit from i 
medical, social! or educational intervention. 4 

Many height measurements in hospital and the 
communin’ are inaccurate and misleading because 
of careless techniques and inadequate apparatus. 
Suitably accurate, cheap, and portable apparatus is 
now widely available for use in primary care, and 
measuring techniques eliminating posrural drops 
and positional errors are readilv learnt bv moti¬ 
vated staff. Supine length m children under 2 years 
_can generally be measured accurately with the help 
of an assistant. 

Collected accurate growth (height) data in 
children have important benefits beyond those to 
the individual*—as an index of the health of a 
populauon or a subgroup (for example, ethnic 
group or social class). Bnush dau are not available 
and would be valuable. 

Many who care for children lack the skill to 
measure them accurately, plot measurements on a 
growth chart, and interpret the data obtainedi As 
the report states, such understanding is essentia! 
for growth monitoring. More must be done to 
make those who look after children aware of the 
need 10 measure height accurately and regularly 
throughout childhood and to train them to db so. 

CHRISTOPHER J H XELNAH 


Health; which started running full time training 
courses of six weeks' duration for doctors some 
30 vears ago. In the early 1970s when the 
Faculty of Communin’ Medicine was formed 
communin’ health doctors were not eligible for, 
membership. Fortunately, a number of medical 
schools started lo run training courses in child 
development:to fill the need that resulted. There 
was. however, no organisation or body monitoring 
the standard or comeni of those courses,,which 
vaned widely . 

Following the formation of the Faculty of 
Community Medicine residual members of the 
Society of: Community Medicine sought, to-pro¬ 
mote the interests of community health as well as 
community medicine. In 1988 the society (which 
has since changed its name to the Society of Public 
Health) was instrumental in 1 establishing a new 
Faculrv of Communin’ Health to produce sylla¬ 
buses. set standards, and i appoint examiners. In 
future, membership of the Faculty of Communin’ 
Health should be evidence of eligibility for posts as 
senior ciinical medical officer or as consultant in 
community child health —more appropriate to the 
needs of the clients and of the child health and 
education services than "community paedia¬ 
tricians. 

We hope that this faculty will provide training 
for general practitioners in child health surveil¬ 
lance and that appropriate diplomas will be 
established. 

P A GARDKER 
J S ROBERTSON 

Sooeivof Public Health, 

London W1N +DK 
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Sir.— Health,For All Children , discussed bv Dr 
Leon Polnay ! and!Dr D M B Hall,'is the result of a 
working parry set up by groups representing 
paediatricians and general practitioners, neither, of 
whom is disinterested. The British Paediatric 
Association suggested some years ago that senior 
ciinical medical officers in the child health iservice 
should be replaced by "community paediatricians” 
who would work part rime as paediatricians in the 
hospital and!would uke part in the on call duty 
rosier. Similarly, much of the interest in taking 
over child health surveillance by general practi¬ 
tioners has been tied to the proposal that extra 
payments would! be made for such; a service. 
Practitioners who have a real interest in this work 
provide such a service already for patients on their 
lists. Bodies that actually represent the medical I 
officers who. work in the child health service were 
not invited to join the working parry. 

Child health surveillance requires a different 
outlook from clinical medicine, and it is not easy 
for clinicians whose whole training has been 
directed to the diagnosis and treatment of disease 
to stop thinking in such terms and abandon their 
prescription pads. Clinicians are not the most 
appropriate group to advise on a child health i 
service thai they do nor fully understand. 

Developmental assessment and child health 
surveillance w-ere pioneered bv ihe former child 
health group of the Society of Medical Officers of 
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assive smoking and 
cardiorespiratory health in 
Scotland 

SrR,— In an earlier litter’ I claimed that misdas- 
sification of active smoking state can explain the 
fact that Air David J Hole and his colleagues' found 
weak positive associations between passive smok¬ 
ing and a number of indicators of cardiorespiratory 
health in the Scottish prospective study. In their 
reply Mr Hole and colleagues presented calcula¬ 
tions to justify their view that the effect of 
misclissificauon is to produce "only small biases in 
the relative nsk for passive smokers,” with the 
reported relative risk "well in excess” of that 
produced by this form of bias.’ Unfortunately,, 
these calculations are grossly in error and therefore 
highly misleading. 

The error lies in basing calculations on results 
for men and women combined without adiustmcni 
for sex Tablit I of the original paper show's a clear 

Table 1 — “Observed” relative risks jot passive smoking 
jar varying denial rates of smoking* 

Retailvc mks for passive smoking 
„ . Sexes combined 


<%■ 

Men 

Vt’omen 

Adjusted! 

Unadjusted) 

2 

1 74 

1-25 

H40 

J 12 

4 

1-95 

1-42 

I 1 58 

118 

6 

206 

) 54 

1170 

1 20 

8 

2 .- 11 : 

163 

If 78 

J 22 

JO 

215: 

1 70 

1184 

1 23 


■ Assuming ’Iruc" relative nsks of! tO fbr passive smoking and 
20 0 tor active smoking 

tAdjusted for, sex using weights N . ■* K,', where N t 

and N . arc the observed numbers of exposed and unexfwised 
subjects This is a conservum-e approximation io ihe true 
adjusted figure, ,which cannot be calculated precisely from the 
data provided b\ Holt ei al. 

+ As given bv Hole eta! 


association between the smoking habits of the 
index case and the cohabitee, with the concordance 
(cross product) ratio being 2-32 for men and*2 J9 
fbr women An appropriate estimate of the concor¬ 
dance ratio for the sexes combined with sex 
adiustmcni bv the Mantel Haenszei procedure' is 
2 25. If: inappropriately, the concordance ratio is 
calculated from the pooled data, a much low-eri 
figure of 1 -29 is obtained, and this masks mosi of 
the true associauom This is important! because it 1 
can readily be shawm that the concordance ratio 
provides the upper limn to the extent of the 
observed relative risk from passive smoking due to 
rmsclassification of smoking habn (assuming a true 
relative nsk of 1-0). Table I shows that when 
correcilv calculated the observed relative nsk can 
far exceed the value of 1-20 stated by Mi Hole and 
his colleagues to be "the largest nsk to be among 
passive smokers due to this form of bias 
The question anses as to the extent that this 
source of bias can explain all the reponed relative 
nsks for active and passive smoking seen in the 
Scorush study. Table IIigives some insight into this 
question, showing "observed” and “true” relative 
nsks assuming a 4% denial of smoking, a figure 
consistent with data from many studies of the 
issue.' Comparing the "observed” relative nsks of 
active and passive smoking with those given in i 


table n — ''Observed'' relative risks for passive and 
active smoking for, varying "irw" relative nsks for active 
smoking* 


"True" relJuve nsks 

"Observed V relative nsks 

Passive 

smokers 

Aeuve 

smokers 

Passive 

smokers 

Acuvc 

smokers 


30 

I 70 

9 17 


20 

1-58 

7-88 


JO 

1-39 

5-62 


5 

1-23 

3-63 


3 

M3 

2 SO 


2 

1-0T 

5-8) 


“ Assuming 4"4 of smokers deny smoking. Results are for sexes 
combined adiusied for sex as in table 1. 


table VII of the onginal paper shows that there is 
no problem whatsoever in reconciling the dau with 
the bus hypothesis for most of the cardiorespira¬ 
tory endpoints. For example, relative nsks of 3 77 
(active) and! 1-2! (passive) for hypersecretion are 
both very clbse to the values given in table II for a 
"true” active risk of!5 (1 23 and 3-63* respectively.). 

Only rwo endpoints deserve special comment. 
The first is death from iung cancer, for which risks 
of 10-64 (active) and 2 41 (passive) were observed. 
The confidence interval for the risk with passive 
smoking was enormously wide (0 45 to 12-S3), and 
the pomt estimate of risk was Higher than that in 
any of over20 ocher, larger, studies on the issue.' I 
have claimed elsewhere than rmsclassification i of 
active smoking stare can explain the average 
relative nsk fori passive smoking of aboui 13-15 
seen in epidcmioldgical studies.' I retain this new 
but have never staled that it explained the figure in 
the Scottish 1 study, of 2-41, to which chance has 
clearly contributed substantially. 

The other endpoint is ischaemic heart disease, 
for which nsks of 2 27 (active) and 2 01 (passive) 
were observed. Although the risk with: passive 
smoking is significant (93% confidence interval 
121 to 3*35) and the lower confidence limn is 
slightly above the bias expected; J do not find this 
convincing evidence of a true effect of passive 
smoking This is partly because the significance 
level is noi high, beanng in mind the number of 
endpoints studied; and partly because the poim 
estimate of relative risk for passive smoking is 
difficult to reconcile wub that for active smoking, 
bearing in mind that smokers have much:higher 
acme and passive exposure to the constituents.or 
smoke, in the; fbrm of both mainstream and 
sidestream smoke, than do passively,exposed non- 
smokers. More evidence is: clearly- needed here. 
The American Cancer Society million person study 
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accumulated 153 deaths from lung cancrr and 
man y thousands of deaths from ischaemic heart 
disease m non-smokers. The effect of passive 
smoking on lung cancer has been looked into.* It is 
a pity that its effect on ischaemic heart disease has 
->ot. 

V PETER N LEE 
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v .*ySM2 5DA 
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AUTHORS’ reply,—Out calculations arc neither 
incorrect nor misleading. Mr Lee is attempting to 
show how large a bias can be introduced into 
estimates of relative nsk for passive smokers due to 
active smokers misdassifying themselves as non- 
smokers. In doing so he has produced biases that 
are excessive because we can show his assumptions 
are false. His main mistake has been to assume that 
the “true” relative nsk for; lung cancer is the same 
for male and female smokers fbis table I). Also, 
although the extent of smoking denial for our study 
is not known, ,we can put an upper boundary on it. 

Our original study estimated the relative risk of 
Uing cancer among active smokers as S49 for men 
and 3-33 for women.' Table 1 shows, under Mr 
Lee's assumptions, that “observed” relative risks 
for active smokers would be larger for women than 
n. This is incompatible not only with what we 
.ve observed but also with all other reports we 
know’ 1 of. Thus his assumption that the same 
“true” relative riskholdi for both men and women 


TABLE Ir-“0!>J*nWT* relatree risks for active and 
passive smokers far varying denial rates of smoking* 


JUie of 
denial 

(*); ■ 

Relative nsks for 
active smoking 

Relauve nsks for 
passive smoking 

Men 

Women 

Men 

Women 

i 

10M 

16 20' 

U53 

1 15 

2 

6-90 

13*42 

1(74 

1 25 

3 

5 14 

11*53 

JrST 

1-34 

4 

4 10 

9-99 

1 ; 95 

1 42 

6 

2 88 

7-89 

2-06 

1*54 

8 

2-20 

6 48; 

211 

T63 

10 

176 

5-43 

2 15 

I 70 


•Assuming “'true*' relative risks-of TO for passive smoking 
and 20 for active smoking. 


is untenable. Also, if we accept Mr Lee’s theoreti¬ 
cal range of possibilities for the rates of denial of 
cigarette smoking then the outcomes become even 
more unlikely. For each rate of denial ofi4% and 
over suggested by Mr Lee the relative nsk for male 
active smokers is progressively well below that 
observed m our study (tabic I). Above i denial 
rate of 8% the “observed” relative nsk for male 
passive smokers exceeds that for acuve smokers. 
Our data arc, however, compatible with denial 
rates of up to 2% and a “true” relative nsk of 4 for 
female smokers. 

Mr Lee questions the extent to which mi sc 1 as¬ 
signation can explain all the reported relative nsks 
for active and passive smoking seen in our srudy. 
Table II shows the relative nsks for active smokers 
found in our study fbr each endpoint and the 
“true” relative nsks with which these are com¬ 
patible, assuming a rate of denial of smoking of 
2 %.,Far example, the relative nsks for all causes of 
death associated with active smoking are 1*85 for 
men and L87 for women. These figures are 
compatible with a “true” relative risk of 2, given 2 
denial rate of 2%. The figure of 5 that Mr Lee 
quotes in his letter may be appropriate for some of 
the endpoints used but certainly not for all. 

The final two columns of table II show the 
passive smoking relative risks found:in 0 ur srudy 
for each of the endpoints compared with those thar 
could have occurred through the type of bias Mr 
Lee attributes to our study. In particular, the 
differences are quite noticeable for the four cate- 
gones of mortality. Thus misc Unification can bias 
estimates of relative risk for passive smokers that 
use assumptions compatible with our estimates for 
active smokers. The size of these biases does not, 
however, explain our passive smoking results. 

What is sinking about our results is their 
consistency across a wide range of endpoints in 
addition to lung cancer and especially for 
ischaemic heart disease. This is supported by our 
findings of a dose-response relation for each of 
these. Even though Mr Lee reaffirms his view that 
misclassificaton of active smoking state can explain 
the average nsk of lung cancer with passive 
smoking, we welcome his impheauon that the 
effect of passive smoking on ischaemic heart 
disease is worth further investigation. 

DAVID I HOLE 
CHARLES R GILLIS 

West of S> ntland Cancer Survciiliacr Unit, 

RuchiU Kiftpiul, 

Glasgow C20 9NB 

VICTOR M HAWTHORNE 

Deparunrnt 01 Epuienuoiogy, 

University of Michigan. 

Michigan. 
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Congenital malformations 

SIR, —In her editorial on congenital malformations 
Professor Eva Alberman comments on the excess 
rate of deaths from malformations, particularly 
neural tube defects, in infants of mothers bom in 
Pakistan. 1 In the studies referred to only, perinatal 
deaths were considered. Many neural rube defects 
m this country are now detected by prenatal 
screening programmes, and women may opt for 
termination of the pregnancy when found to have 
an affected fetus/ so these studies may not reflect 
the true incidence of neural tube dfcfects. Asian 
women tend to book later for their antenatal care/ 
and this may account for the high contribution of 
neural tube defects to perinatal mortalirv: second 
trimester screening would be available to a relatively 
smaller proportion of Asian women. Furthermore, 
they may find termination of pregnancy unaccept¬ 
able on religious grounds/ 1 We have investigated 
the overall incidence of neural rube defects by 
ascertaining all those affected fetuses detected by 
prenatal screening with ultrasonography, as well as 
all those found in the perinatal penodi We have 
alio tned to determine factors that may be impor¬ 
tant in explaining any racial differences in the 
incidence. 

We reviewed the maternity ultrasonography 
department records, neonatal and labour registers, 
and necropsy reports from January 1980 until the 
end of December 1987 tn one district general 
hospital 10 ascertain all fetuses, stillbirths, and 
neonates with a neural tube defect. The maternal 
notes were then inspected !to determine the date of 
booking for antenatal care, if and when an ultra¬ 
sound scan was performed, and whether a termina¬ 
tion of pregnancy was offered. 

In the Pakistani populauon there were 111 neural 
tube defects in a total of 3777 births (2 91 per 
1D0G); there were 32 neural rube defects in 28 834 
births to white women >(1*11 per 1000) i (able). 


Incidence of neural lube defects m fetuses and babies of 
irhue and Pakistani women, 1980-7 



White 

women 

Pakistan; 

women 

Detected bv routine ultrasound scan 

17 

5 

Pregnancy terminated 

Pregnancy continued 

17 

4 

1 

Not detected bv routine scan 

15 

6 

Scan not availibk 

12 

3 

Not detected by scan 

2 

1 

Booked too late for scan 

Did not attend for scan 

1 

1 

1 

Total neural cube defects 

32 

1) 

Total births 

28 834 

3777 

Incidence per 1000 births 

111 

2 9) 


Routine examination with ultrasound was intro¬ 
duced only in 1984:and hence was not available to 
many of the women included in this study. The 
incidence of neural tube defects in the Pakistani 
populauon was significantly higher than that in the 
white population (p»(F0i3, Fisher’S exact two 
tailed test; relauve risk 2*62, 95% confidence 
interval 1 19 to 5-34). One woman in each group 
booked too late for routine prenatal Iscreening, and 
one Pakistani woman failed to attend for the scan. 
These numbers are small, but it is of note that the 
mean gestation at which these women booked was 
18 2 weeks in the Pakistani group as compared 
with ]4-3 weeks in the while group. 

Six of the M Asian babies with neural i tube 
defects were bom to women with a consanguineous 
mamage. 

We have shown that there is a real 1 increased 
incidence of neural tube defects in the Pakistani 
population, with late booking and reluctance to 
terminate an affected pregnancy contributing 
minimally to the increased incidence found in 
perinatal deaths. Changes in customs are difficult 
to encourage but may well occur spontaneously as 


TABLE n — Relative nsks found in study' compared iciih 1 “true" relative nsks for acme smokers and “ observed” relative 
nsks for,passive smokers’ 


Endpoint 


Active smokers 


Passive smokers 

Men 

Women 

Both sexes 

Study 

finding 

“True" 

relauve 

nsk 

Study 

Ending 

“True’* 

relauve 

nsk 

Study 

finding 

“Observed" 

reiiuve 

nsk 

ifaJectcd phlegm 

4 03 

60 

312 

5-0 

1-34 

1114 

Persistent phlegm 

4 23 

6-0 

393 

5:0 

1 19 

J114 

Dyspnoea 

1 (65 

1*9 

1-37 

1-4 

1 09 

1 f 03 

Hypersecretion 

2-95 

5-0 

4 J5 

5-0 

121 

1113 

Angina 

213 

2*7 

1-44 

1-5 

111 

lf05 

Maior abnormality tn electrocardiogram 

1 (57 ■ 

1-8 

0-92 

Hi 

1-2?: 

U02 

causes of death 

1185 

20 

1-87 

20 

1-27 

1-04 

haerruc heart disease 

136 

3*0 

2 89 

30 

Z 01 

1-0? 

j mg cancer 

8 49 

200 

3 33 

4 0 

2 41 

1-26 

.aIJ! causes of death related 10 smoking 

P90 

3-0 

2-45 

30 

1 30 

107 


•Assuming 2S of smokers deny smoking The results for both sexes combined hare been adiusted for sex using weights 
N iN.yTN where N, and N ; arc observed numbers of exposed and unexposed subueers 
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accumulated 153 deaths from lung cancer and 
many thousands of deaths-from ischaemic heart 
disease in non-smokers. The effect of passive 
smoking on lune cancer has been looked into.* It is 
a pity that its-effect on'ischaemic heart disease has 
not. 

PtTERNLfE 

11 ton, 

,rreySM2 5DA 
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Authors’ reply, — Our calculations are neither 
incorrect nor misleading. Mr Lee is attempting to 
show how large a bias can be introduced into 
estimates of relative risk for passive smokers due to 
active smokers misdassimng themselves as non- 
smokers. Id doing so He has produced biases that 
arc excessive because we can snow his assumptions 
are false. His mam mistake has been to assume that 
the “true” relative risk for lung cancer is the same 
for male and female smokers (his table l). Also, 
although the extent oi smoking denial for our study 
is not known, we can put an upper boundary on it. 

Our original study estimated the relative risk of 
lung cancer among active smokers as 8-49 for men 
and 3-33 for women. 1 Table I shows, under Mr 
Lee’s assumptions, that' “observed” relative risks 
for active smokerswould be larger tor women than! 
men. This is incompatible not only wuh what we 
lave observed but also with all other reports we 
know of. Thus his assumption that the same 
‘'true” relative risk holdi for both men and women' 

TABLE i —“Observed” relative ruks for aenvt and 
passive smokers for.varying denial 'rales of smaiting* 


Relative; nski for Relative risks for 

Raie of active smoxjjis passive smoking 


denial 

CM • 

Men 

'X’omen - 

A\cn 

Tom«n 

1 

10-34 

16 20 

1-53 

115 

2' 

6-90' 

13i42 

1-74 

1:25' 

3 

5d4 

11*53 

.'-ST 

1:34 

A 

4-10' 

9-yq 

1-95 

1:42' 

b 

2:38 

T-F9 

2-06 

1154 

8 

2 20' 

6-48 

2-11 

It63 

10 

1 76 

5-45 

215: 

H70 


■Assumuis 'true" relative risks of I 0 for passive smoking 
and 20 for acuve smoking. 


is untenable. Also, if we accept Mr Lee’s theoreti¬ 
cal range of possibilities for the rates of denial of 
cigarette smoking then the outcomes become even 
more unlikely. For each rate of denial of 4% and 
over suggested by Mr Lee the relative risk for male 
acuve smokers is progressively well belbw that 
observed in our study (table I). Above a denial 
rate of 8% the "observed” reliuve nsk! for male 
passive smokers exceeds that for acuve smokers. 
Our data are, however, compatible wuh denial 
rates of up to 2% and a “true" relative nsk of 4 for 
female smokers. 

Mir Lee quesuons the extent to which misclas- 
sificauon can explain all the reported relative nsks 
for acuve and passive smoking seen in our study. 
Table II shows the relative nsks for acuve smokers 
found in our srudV for each endpoint and the 
"true" reiauve nsks wuh which these are com¬ 
patible, assuming a rate of denial of smoking of 
2%. For example, the reiauve nsks for all causes of 
death associated wuh acuve smoking are 1 - 85 for 
men and 1* 87 for women; These figures are 
compauble with a "true” reiauve nsk of'2, given a 
denial rate of 2%. The figure of 5 that Mr Lee 
quotes in his letter may be appropriate for some of 
the endpoints used but certainly not'for all. 

The final rwo columns of table II show the 
passive smoking reiauve nsks found m our srudy 
for each of the endpoints compared with those that 
could have occurred through'the type of bias Mr 
Lee aernbutes to our siudv. In particular,, the 
differences are quite nouceable for the four cate- 
gones of mortality. Thus tiusclassificauon can bias 
estimates of reiauve nsk for passive smokers: that 
use assumpuons compauble with our estimates for. 
acuve smokers. The size of these biases does not, 
however, explain our passive smoking results. 

What is sinking about our results is their 
consistency across a wide range of endpoints in 
addition to lung cancer, and especially for 
ischaemic heart disease. This is supported by our 
findings of a dose-response relation for each of 
these. Even though Mr Lee reaffirms his view that 
misciassificaton of acuve smoking state can explkin 
the average nsk of lung cancer with passive 
smokmg, we welcome his implication that the 
effect of! passive smoking on. ischaemic hean 
disease is worth further mvesugauon. 

DAVID f HOLE 
CHARLES R CILLJS 

Wesi of S* i-KUml Cancer Surveillance L on, 

Ructnii hi, pi uii, 

Glasgow r.209h'B 

VICTOR M HAWTHORNE; 

Deparunoni of Epidemiology. 

Lmyersitv of Michigan, 

Michigan, 

United Sum 

1 Hoie DJ. GiiiisCR. Chopra C. Hawthorne VM; Passive swotting 
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TABLE it —fliuaifre nsks found m sradyr compared zvuk “me” relative nsks far active smokers and “observed” relative 
nsks for passive smokers' 


Endpoint 


Acuve smokers 


Pissive smakers 

Aten 

'Tomen. 

Both sexes 

Studv 
finding ; 

“Tinjc" 

reiauve 

nsk 

Study 
an ding 

"True" 

reiiuve 

nsk 

Study 

fiodiog 

"Observed" 

relative 

nsk 

Ihiiccted pnieern 

4 03 

a 0 

3-82' 

5 0 

1-34 

114 

Pbrsisrent pmevm 

4 23 

60 

3 J 93; 

5 0 

L 19: 

l 14 

Dvspnoca 

l 65 

1-9 

t-37 

1-4 

1 09 

I 03 

HvperseMrrtion 

2 95 

5 0 

4-15. 

5-0 

121 

1 13. 

Ancina 

2 13 

2 7 

1-44 

15 

111 

1 05 

Mjior abnormaiin- m electrocordjojrr-airi • 

1-57. 

18 

0-92 

III 

1 27 

1 02. 

All cause* of dOaift 

1-S5 

2 0 

1 87 

2 0 

1 27 

1 04 

l&chaeruc nan djsea^e 

136 

3 0 

2S9 

3-0 

201 

1-07 

Lunc cancer 

S 4V 

20 0: 

3i3Ji 

4 0 

2 4! 

1 26 

All causes uii dttaib related to smoKUiz 

i -90 

3 0 

2'45. 

3 0 

1-30 

1 07. 


• Assuming 2*v ol smwkers deny smuiuniC Tihe results for both sexes combined have been adjusted tor; smt using weights 
N .N,;S, N.i. afterc N, ml N ; are observed numtxrs « espused and unesposed suoiecn- 


Congenital malformations 

Sir, — In her editorial oi congenial malformations 
Professor Eva AlbermaVkommfnts on the excess 


rate of deaths from m; 
neural tube defccis, in 
Pakistan. In the studies 
deaths were considerea. 
in this country are no 1 
screening programmes, 
termination of the pregnancy 
an affected fetus, J so these ^t 
the true incidence of neui 
women tend to book later fol 
aod this may account for ihi 
neural tube defects to peni 
trimester s ci r e r ung would be 
smaller proporuon of Asian 
they may find termination ol 
able on religious groundi/ 
ihe overall incidence of m 
ascertaining all those i/fecti 
prenatal screening with uli 
all those found in the penla 
also tned to detemune factors 
tant in explaining any racial 
incidence. 

We renewed the mat. 
department records, neonaiaJ 
and necropsy repons fromj Jam 
end of December 198 


ormahons, particularly 
ts ii mothers born in 
errdd to only pennatai 
inv peural tube defects 
ted by prenatal 
fdmen; may opt for 
hen found to have 
ies may not reflect 
ube defects. Asian 
heir antenatal care,' 
gh coninbuuon of 
ai mortaiiry: second 
railabie to a relauveiy 
men. Furthermore, 
iregnancy, unaccept- 
r e have investigated 
tube defects by 
fetuses detected by 
loeraDhy.as well as 
penod. We have 
lat may be unpor- 
lfferences in the 

ultrasonography 
1 labour registers,, 
y, 1980 until the 
, district, general 


hospital to ascertain all fetuses! stillbirths, and 
neonates with a neuraJ'tube defect. The maiemaL 


I to determine the date of 
if andwheman ultra-- 
i and iwrteiher a termina- 


notes were then inspected 
booking for antenatal cari 
sound scan was performec 
uon of pregnancy- was offi red. 11 

In the Pakistani popuia dan therd were 11 neural 
tube defects in a totali c f 3777 births (2-91 per 
1000); there were 32 neu al rube daects in 2S 834 
births to white women (1 11 per il000) (table). 


Incidence of neural mbe del 
i onne and Pakistani toermeri 


[ecu m rVnuei and babies of 

/9$0-7 


Deiecled by routine uhnuounp u 
Prefniacv lemunaied 
Preynincv coaunaetJ 
Notoeiecied bv routine icon | 
Scan not available 
Not detected bv scan 
Boo*ed ioo Ute for scan 
Did not attend for scam 


Total neuraJ mix defects 
Total binhs 

Incidence per 1000 bulbs 


23:S_«' \ 3 777 

1-11! I 2-911 


Rouune examination w th ultrasound : wasl intro¬ 
duced only in 1984 and ; lence was not available to 
many of the women included in this studn The 
incidence of neural tub< 1 defects in the Pakistani 
population was sigmficar ily higher than that th the 


white DOpulauan ip=0 
tailed test: reiauve nsl 


|013, Fisher’s exact\ two 
2*62. 95*V conhdince 


mien-al 1 19 to 5-34). Cine woman in each group 
booked too laic for romuje prenatal screening, And 
one Pakistani woman failed to attend for the scin. 

but it is of note that the 
hese women booked wks 


These numbers are smal|. 
mean gestation at which 
IS-2 weeks in the Pakistani group as oompard 


wuh 14-3 weeks in the w 
Six of the 1J Asian 
defects were bom io wom^i 
marriage. 

We have shown that 
incidence of neural tube 


hire group. 

Rabies wuh neural tub 
n with a consanguineous^ 1 

t ere ts a real increased 
elects ;n the Pakistani 


populinon, wuh late booking and reluctance to 
rerminaie an affected pregnancy comributmc 
minimally to the mcrea^rd incidence mund' in 
permaial deaths; Chaneeslin customs are diincuii 
to encourage but mav wellioccur spontaneous!v as 


BMJ VOLUME 300 


13 JANUARY 1990 


121 




Source: https://www.industrydocuments.ucsf.edu/docs/jkpx0000 


2023511795 



